. CGGG(GAT(GAC) ( Figure 3A ). This consensus is similar, but not identical to binding sites reported for other zinc To determine whether ChCh is a transcriptional activator or a repressor, we fused ChCh to the VP16-activator finger proteins. To test this, we performed gel mobility shift and competition experiments, which confirmed that or the engrailed-repressor (EnR) domains. In animal cap assays, the VP16-activator construct also represses ChCh can bind specifically to this sequence ( Figures 3B  and 3C ). Thus, although ChCh can repress the mesoXBra induction by eFGF, while the EnR construct does not ( Figure 2F) . Likewise, when injected into the prederm markers Bra and Tbx6L, the above results suggest soon afterward (Nicolet, 1965 (Nicolet, , 1970 Rosenquist, 1966 ϩ (when these cells should no 6L, 6M, 6P, and 6Q) remain in the epiblast and give rise to neural plate. Likewise, coelectroporation of Xenopus longer ingress) and followed their movements. Cells with control-MO remained in the epiblast, underwent converSip1 with cChCh-MO rescues the phenotype of the morpholino ( Figures 6N, 6O , 6R, and 6S). In both cases, the gent extension, and contributed exclusively to neural plate (n ϭ 5; Figures 6D, 6E, 6H, and 6I ., 2000) . The conclusion that Sip1 is a target of Churchill provides an attractive explanation for the as well as cell ingression through the primitive streak and thus mesendoderm formation. Cells remaining in the initial observation. Sip1 was identified in a screen designed to find partners of Smad1, a protein required for epiblast which express Churchill can now be exposed 
Conclusions

Xenopus Embryology
Our findings strongly implicate Churchill as a key regulaXenopus oocytes were fertilized in vitro and embryos staged according to Nieuwkoop and Faber (1967) . To make capped mRNA, tor of the position and timing of subdivision of the epi-
